ABSTRACT Echocardiography detected asymmetric septal hypertrophy (ASH) in five of 200 adults being assessed for aortic valve surgery. Four of these were among 119 patients with dominant aortic stenosis, which was severe in three. ASH was confirmed at the time of aortic valve replacement in two of these patients; the third declined operation.
Brock (1957) recorded subaortic hypertrophy in association with hypertension and postulated its development in response to chronic left ventricular pressure load from aortic valvar stenosis. Hurst and Logue (1966) suggested, on the basis of operative and necropsy data, that it might be present in about 10% of those with aortic valve disease. Another necropsy study (Parker et al, 1969) yielded ten instances of subaortic hypertrophy in association with aortic valve stenosis.
In echocardiography we now have a sensitive method for detecting excessive (asymmetric) septal hypertrophy (ASH) during life (Henry etal, 1973 (Bennett et al, 1975) The echocardiograms were recorded with the patients supine, using a Cl 1 transducer with an Ekoline 20 ultrasonoscope and a Cambridge photographic recorder. Echocardiograms showed both M V J Raj, V Srinivas, I M Graham, and D W Evans Cooper et al (1972) .
The chief echocardiographic criterion used for diagnosing ASH in this study was an IVS: PLVW thickness ratio in excess of 1-3: 1 (Henry et al. 1973 Discussion Nanda et al (1974) pioneered the use of echocardiography for detecting idiopathic subaortic stenosis coexisting with aortic valve disease. We used the technique in an attempt to establish the prevalence of excessive asymmetric septal hypertrophy in a series of patients undergoing assessment with a view to aortic valve replacement. Since Henry et al (1973) had suggested that in adults without right ventricular hypertension an IVS: PLVW ratio in excess of 1 3 offers a sufficient basis for the diagnosis, we used this criterion in our study. Popp (1976) subsequently suggested that a ratio in excess of 1-5: 1 is necessary. Had we used that criterion, we would have failed to identify two examples of ASH (subsequently confirmed by ventriculography and at operation) in association with disease of the aortic valve. In a still more recent study (Chahine et al, 1977) , which pointed the lack of any pathognomonic feature, three patients finally considered to have hypertrophic cardiomyopathy had echocardiographic IVS: PLVW ratios between 1 0 and 1 2.
Only three of the patients in this study had coexistent ASH and disease of the aortic valve severe enough to require operation. On this evidence, the prevalence of ASH in adults with critical aortic stenosis may be of the order of 2 5%. The figure rises to 3-4% if the patient with a peak systolic gradient of 20 mmHg (and resting left ventricular pressure circa 160 mmHg) is included. Others have noted coexistence of ASH with aortic stenosis, and with systemic hypertension and coarctation of the aorta (Moreyra et al, 1970; Block et al, 1973; Feizi and Emanuel, 1975) . The possibility exists that frequent or sustained excessive pressure loads may trigger inappropriate (asymmetric) ventricular hypertrophy in predisposed individuals. Alternatively, the association may be coincidental; however, in our series none of the four patients with ASH gave a family history suggestive of cardiomyopathy.
Among the 81 patients with aortic reflux, only one was found to have coexisting ASH. This association was probably coincidental, although ASH has been detected in association with other volume-overload conditions such as thyrotoxic heart disease, persistent ductus arteriosus, and ventricular septal defect (Symons et al, 1974; Feizi and Emanuel, 1975; Larter et al, 1976 
